The control of flowering time has been intensively studied by genetic analyses in several plant species, particularly Arabidopsis thaliana [1, 2] . These studies have revealed many of the genes involved in regulating flowering, but the biochemical processes in which the products of these flowering-time genes participate are largely unknown. Simpson et al. [3] have recently reported that two flowering-time regulatory proteins, FCA and FY, interact to control the choice of site of 3′ ′ mRNA cleavage and polyadenylation. Furthermore, a target of the FCA-FY complex is the pre-mRNA for one of the components of the complex: FCA, a promoter of flowering (the delayed flowering of an fca mutant is illustrated in Figure 1 ).
Precisely when to initiate flowering is a critical developmental 'decision' in a plant's life cycle. Annual plants typically initiate flowering only once and then die after setting seed. Thus, the timing of this decision in annuals such as Arabidopsis is extremely important. The pathways that control flowering in Arabidopsis have evolved to provide considerable flexibility. For example, there is a photoperiod pathway that promotes flowering when the days are long. The long days of late spring and early summer are usually an optimal time for Arabidopsis to complete its life cycle. In short days, flowering is delayed, but the Arabidopsis plant continues to grow as it awaits more optimal conditions. Two other pathways, the vernalization and autonomous pathways, regulate flowering primarily by controlling the level of expression of FLOWERING LOCUS C (FLC) [1, 2] . FLC is a repressor of flowering and a member of the MADS-domain family of proteins, which are known to act as transcriptional regulators [4] [5] [6] . The autonomous and vernalization pathways both promote flowering by repressing FLC expression, but they do so under different circumstances.
Vernalization is the promotion of flowering that results from the prolonged exposure to cold during winter [7] . Certain varieties of Arabidopsis known as winter-annuals typically begin growing in the fall, but are prevented from flowering before the onset of winter by high levels of FLC expression. During winter the vernalization pathway represses FLC expression and thus permits flowering in the spring [7] .
Another pathway that regulates FLC expression is known as the autonomous pathway because it appears to regulate flowering independently of environmental cues such as day-length and cold [ FCA was cloned by Caroline Dean's group, and they found that the FCA pre-mRNA is processed into four distinct transcripts [9] . They subsequently showed that only one of the transcripts (referred to as γ γ) is able to promote flowering; another major transcript (β β) is generated by cleavage and polyadenylation at a site within the third intron [10, 11] . This processing of the FCA pre-mRNA into active and inactive forms is regulated during development; this regulation is conserved in other plant species, and so is likely to be an important component of the developmental regulation of flowering time [10, 11] .
Recent studies have identified two of the factors involved in selection of the FCA pre-mRNA polyadenylation site. Quesada et al. [11] found that one of the factors is FCA -the FCA protein negatively regulates its own expression by favoring polyadenylation at the third intron site, which results in a transcript that does not make a functional protein.
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